Anxiety confers increased risk for inflammatory diseases, and elevated inflammatory activity in anxious individuals may contribute to this increased risk. One complication, however, is that anxiety could be associated with inflammatory activity either through a specific anxiety pathway or through a more general negative emotionality pathway. To investigate, we measured levels of the stress hormone cortisol, the pro-inflammatory cytokine interleukin-6 (IL-6), and the systemic inflammatory marker C-reactive protein (CRP), as well as depression and neuroticism, in clinically anxious and non-anxious adults. Compared with non-anxious participants, clinically anxious participants exhibited significantly lower levels of morning cortisol and significantly higher levels of IL-6, independent of age, sex, and depressive symptoms. These group differences were robust when controlling for neuroticism. Conversely, the groups had equivalent levels of CRP in all analyses. Results are indicative of anxiety-specific effects on inflammatory activity, and highlight a pathway by which anxiety may increase risk for inflammatory diseases.
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Introduction
Negative emotions such as anxiety and depression confer increased risk for disorders with an inflammatory etiology, and elevated inflammatory activity may be an important mediator of emotion-disease relationships (Kiecolt-Glaser et al., 2002) . However, whereas a large number of studies have examined associations between depression and inflammation (Dantzer et al., 2008; Whooley et al., 2007) , little is known about the relationship between anxiety and inflammation. The paucity of research on this topic is particularly striking because anxiety may be an even stronger risk factor for inflammatory disorders than depression (Kubzansky and Kawachi, 2000; Roy-Byrne et al., 2008) .
Specific cognitive biases towards threat-related information may play a key role in the relationship between anxiety and inflammation (Mogg and Bradley, 2005) . A growing body of research indicates that exposure to real or imagined psychological threats activates multiple biological systems, including the hypothalamic-pituitary adrenal (HPA) axis, which regulates inflammatory activity, and the inflammatory response (Slavich et al., in press ). Exaggerated and sustained threat perception in anxious individuals may result in chronic activation of the biological stress response, leading to reduced secretion of the HPA axis hormone cortisol during the morning period (Miller et al., 2007) , and elevated inflammatory activity (Kiecolt-Glaser et al., 2003) .
Early research examining the effects of psychological states on biological systems was based on a generality model, derived from the observation that various physical and psychological stimuli elicit a common pattern of biological reactions (Selye, 1956) . However, more recently, an integrated specificity model has been proposed, emphasizing that specific psychological states are associated with specific patterns of biological responses (Kemeny, 2003; Moons et al., 2010) . Anxiety and depression are highly comorbid with one another, and both emotions overlap with neuroticism, or the general tendency to experience negative emotions (Jylhä and Isometsä, 2006) . As such, any observed associations between anxiety and inflammation could be due to general negative emotionality or specific features of anxiety. However, anxiety appears to confer increased risk for CVD independent of associations with depression (Kubzansky and Kawachi, 2000) , threat-related
